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& These findings support overlapping therapeutic effects targeting RAGE and GLP-1
pathways using FPS-ZM1 and liraglutide, suggesting beneficial potentials for diabetic
patients diagnosed with AD.

taken away after freely explore for 10 minutes. Their preference for open or closed arms were evaluated.

Morris water maze (MWM) Training:

Mice were given 4 trials per day for five consecutive days. They were released randomly with their heads facing
the pool wall from the four compass locations, and allowed to search for the platform for 60 s. If the mouse found
the platform, left it on the platform 15 s for a successful trail. If they couldn't find the hidden platform, they were
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After the last training trial, mice were allowed to swim in probe trial for 60s without the escape platform. Record
the latency to reach the platform, the entries to platform and their time spent in target quadrant.
Electrophysiological recording :

Acute coronal brain slices were cut in 400 um with a vibratome (VT1200S,Leica).The slices are incubated iIn
artificial cerebral spinal fluid (ACSF) at 32°C . After 30 mins, the slices were allowed to recover for one hour at
room temperature before recording. Brain slices should be transferred to the recording chamber and continuously
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Sample collection :
All the animals were sacrificed after the final experiment. The brain samples were collected for IHC and WB test.

Figure 2. Efficacy Evaluation of RAGE Inhibitor FPS-ZM1 on 5xFAD Mice. (A-B) Immunostaining
for 4G8 and Ibal was performed.(C) Phase-Amplitude Coupling (PAC) was evaluated to measure
neural synchronization. (D) Behavioral tests of MWM was performed to evaluate spatial memory.
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I hours after the nesting plates were placed in, and photos were taken and scored. I
| about our capabilities

A _ Number of plaques I :
S ' i Amylo-glo, Ibal and 6E10 were performed. (D) Western blotting was conducted to test Liraglutide’s
e ] | effect on marker proteins. (E) MWM was performed to evaluate the effect of Liraglutide.

®
v v UXI www.wuxibiology.com Business contact: sycho@wuxiapptec.com (Korea)
Ap pTeC Business contact: mahnaz_arjomand@wuxiapptec.com (US) Business contact: fumio_itoh@wuxiapptec.com (Japan)

Business contact: dave_madge@wuxiapptec.com (EU and Israel) Business contact: xu_longji@wuxiapptec.com (China)



	Slide 1

